From the results obtained by us we concluded that total serum pepsinogen may be a better serum marker of duodenal ulcer. In order to support this speculation in our publication we cited the reference of Mirsky2 who observed a tendency for higher values of total serum pepsinogen among patients with active lesions using the same proteolytic assay used by us in our study.' In fact we are planning to take further studies to test our hypothesis by determining serum pepsinogen by both preoteolytic assay as well as radioimmunoassay in the same population. So far as the division of DU cases into a genetic hyperpepsinogenaemic form and a nongenetic normopepsinogenaemic form is concerned, it was based on two observations. Firstly, we found no familial aggregation of DU disease in our cases with normopepsinogenaemia. The second observation that lead us to this conclusion was a high frequency (54.2%) of 'O' blood group among DU patients with hyperpepsinogenaemia compared with a relatively very low frequency (23.52%) of this blood group in normopepsinogenaemic patients. Further, a careful perusal of our paper reveals that our conclusion with regards to a non-genetic basis for DU disease with normopepsinogenaemia was tentative as we admitted that the number of such cases (DU cases with normopepsinogenaemia) was limited (refer page 1383, second paragraph). We hope this clarifies the issue raised. 
